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| l am unable to walk €» 


Monira is a 65 years old woman. She lives in Zamalek. 
Last week, she had sudden onset of weakness 


in the left upper and lower limbs. Her son took 
her to the hospital emergency room. 
She complained of inability to walk to 
the bathroom nor even stand. The 
condition started one hour ago. 


The internist knew from the personal 
history that she smokes cigarettes 
with her friends in the club. He 
suffers from chronic hypertension 
and diabetes mellitus. 
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Vital signs 
" Blood pressure was 


180/100, 
" Heart rate was irregular 80 
beat/min. 


The internist asked for random 
blood sugar. It was 200 mg/dl 


General examination: No specific 
abnormalities 


Monira is conscious, alert, oriented to time and place 


apd ate asrthria (Slurred speech). No 


Aucnr Motor 


: NOW UI d 


* Weakness on the left upper movements (inability to do fine 
distal movements but she can move her shoulders) and lower 
movements (same weakness degree) 


* decreased tone on left upper and lower limbs. 


* Diminished deep tendon reflexes on the left side. 
* Left extensor plantar. 
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Neurologic 


Coordinate 


— — n Intact 
Sensory 


left Remihypothesia including 


the TaGAnial nerve 


Deviation u get angle of mouth to the right 


side with ability to close her eyes 
When she was asked to protrude her tongue, ther 
was deviation of the tip of the tongue tot 


left 


Discussion 


Pyramidal system controlling left 
side of body 


Left facial and hypoglossal nerves 
(UMN) 


Left spino-thalamic tract 


Left trigeminal lemniscus 


She complained of inability to walk to the bathroom nor 
even stand. 


2- How could you examine the 
motor system’? 


1.Muscle state 
2.Muscle power 
3.Muscle tone 
4. Reflexes 


Muscle 


Deep Ref 


If there is 
hyperreflexia 
examine for 


Explain the hypotonic weakness 


Could it be spas 


& e] LC i ü e 


Mostly in basal ganglionic 
lesions 


sudden onset of weakness in the left upper and 
lower limbs 


3- What is the tract affected? 


Mention its origin, pathway and termination 


The affected tract is th 


Decussation 
of pyramids 


Lateral 
corticospinal 


act 

es fi | = Upper motor 
To skeletal AK neuron 
muscles z 


[en 


4- What is the test diagnostic of pyramidal le 


Planter reflex 


Positive Babinski 
sign 


Olfactory nerve Optic nerve: 


Corien visual field exam Humphrey onei perimetry 


Examine occulomotor, trochlear, abducent 
nerves by examining extra eye movements 


CN III CN III CN III 
Superior Inferior Superior 
rectus obligue rectus 
Medial 
rectus 
Lateral Y Lateral 
rectus rectus 
CN VI CN Ill CN VI 
Inferior Superior Inferior 
rectus oblique rectus 
CN IV 
CN III CN III 
Left 


Right 


[rigeminal nerve examination 


Trigeminal nerve 
Ophthalmic 
branch (V1) 


Maxillary 
branch (Vo) 


Mandibular 
branch (V3) 


Sensory distribution 
of trigeminal nerve 


Facial nerve 
examination 


Vestibulo-cochlear nerve 


Glossopharvngeal and Vagal nerves 
examinatio | 


Accessory 


Mouira has her mouth deviated to the right and when she was asked 
to protrude her tongue, it was deviated to the left. 

Deviation of the angle of mouth to the right side with ability to close 
her eyes 


What are the cranial nerves affected 
in Monira and on which side? 


5- Mention the site of the facial and 
hypoglossal nuclei in the brain stem 


Open Medulla -- Weigert Pal 


HA y poglos 
E : Sal nucie 


Medial vestibular nucleus 
aferior vestibular nucleus 


Dorsal motor 


CR nucleus of 
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Arcuata niucfeus 


4th ventricle 


Vagus nerv 


ypoglossal nerve 


D Manal Hassan, D Mostafa Abdelgl 


Ventral & Dorsal cochlear nucleus 


Y 


4th ventricle 


Abducent nucleu 


Inferior cerebellar peduncle 


Spinal nucleus & 
tract of trigeminal 


Middle cerebellar 
peduncle 


Facial motor nucleus Á 


Spinal lemnisc 


Trigeminal lemnisci 


Trapezoid body 


Medial lemnisci 


: A Pontine nuclei 
> e 98 / Transverse pontine fibers 
e 


Corticospinal, corticobulbar, 
corticopontine 


Basis pontis 
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6- Does Monira have upper or lower 
motor neuron lesion of facial..... why? 


How could you differentiate UMNL 
from LMNL in... 


Can close 
both of her 
^ eyes 


In UMNL of facial nerve: 
lower quadrant of face on 
opposite side is affected. 


of 
motor cortex - 
A | J 


UMN lesion of 
corticobulbar tract 
(e.g., stroke of 


internal capsule) Facial motor n 


of pons 


Superior di 
Inferior divi 
Muscles of facial expression: 


LMN lesion 
Frontalis (e.g., Bell p 
Orbicularis oculi 
Buccinator 


~~ 4 
Orbicularis oris —_ een 
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Definition. A type of primitive reflex that is elicited by 
repetitive tapping on the forehead. Normal subjects 
usually blink in response to the first several taps, it is *lost in 
lower motor fascial pulsy* 


7- A- What is the part of CNS affected in 


Monira ? 


B- What are structures passing in this 


area? 


Internal capsule 


> It consists of: 
I. Anterior limb 
[1. Genu 

III. Posterior limb 
IV. Retrolentiform 


part 
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Anterior limb i yo? p^ 
1.Frontopontine 4- . 


fibers: 


Genu 
Contains 


Posterior limb 
1.Corticospinal fibers 
2. Corticorubral fibers 


3.Frontopontine 
fibers 


4. Superior thalamic 
radiation 


icleus- ry 
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Sublentiform 
"parts 


inferior thalamic R. 


= auditory 
radiation 
(Temporo-pnontine 


8- What are the blood vessels affected 


in Monira? 


Blood supply of 
internal capsule 


Central branches of 
Anterior & Middle 
cerebral artery 


N Ant cerebral a 


Internal carotid a 


A 


A. A 
j d - Middle cerebral a 
uf. ¿E Post communicating a 


Post cerebral a 
Basilar a 


Vertebral a 


Welcome Back 


lam unable to walk 


The neurologist urgently 
asked for 
CT brain... Why? 


RTPA was started ey : 
- = 3 


A Blood ats was taken for exami! SR = 4 
e CBC 

e PI/INR 

*HbA1C 

*Lipid profile 

e Serum creatinine 
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e Echo and carotid doppler done ., |... ss 
to assess risk factors for stroke. ^ ^ ld 
* ECG shows AF Id BSBRpdRSERESEEEH 


Two days later, the neurologist referred Monira to a 
physiotherapy specialist who told Monira that he 
should have 3 sessions of physiotherapy/week. 
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On the day of hospital departure, the 
neurologist told Monira that he has to take 
" Aspocid 75mg daily 

" Clopidogrel 

" Oral anticoagulants 

" Simvastatins 

" Antihypertensives 

" Antidiabetic 


" Antiplatelet vs anticoagulants 


Discussion 


The doctor gave Monira 
immediate rTPA 


10- a. 

Why? 
b. What Is the mechanism of 
action of RTPA 


c. What are its 
advantages? 


The doctor gave Monira 
immediate rTPA 
e immediate steps to save the patient's life by dissolving 
the blood clot and restore the blood flow 
Why: e In general, venous thrombi are lysed more easily by 
fibrinolytics than arterial, and recent thrombi respond 
better Plasminogen 


o Alteplase 
o 


Fibrin in. m Fibrin degradation 
product 


What is the mechanism of 
action of RTPA 


ducts 


* Fibrin specific 


What are its * Less intracranial bleeding 
adva ntages? * Dose not cause allergic reaction (non 


antigenic) 


On the day of hospital departure, the neurologist told Medhat that he 
has to take 

" Aspirin 75mg daily 

" oral anticoagulants 


11 -Explain why Mr Medhat has to take oral 
anticoagulants? 


Stroke prevention in atrial fibrillation 


«Oral anticoagulation is the therapy of choice for 
primary and secondary stroke prevention in patients 
with atrial fibrillation and any of the known additional 
risk factors. 


e Asymptomatic patients younger than 65 years with 
atrial fibrillation and none of the other risk factors are at 
a low risk and either should be treated with aspirin or 
should not be treated at all. 


G 


uidelines for secondary prevention(AHA/ASA) 


eNon-cardioembolic ischemic stroke 


-Antiplatelet agents rather than oral 
anticoagulation 

e aspirin monotherapy 

e combination of aspirin and extended-release 
dipyridamole, 

eclopidogrel monotherapy are all acceptable options 
for initial therapy 

e For patients who have an ischemic cerebrovascular 
event while taking aspirin 


e the combination of aspirin and extended-release 
Adinvridqamolea ic racnmmandad ner acnirin alano (/P) 


On the day of hospital departure, the neurologist told Medhat that he 
has to take 

" Aspirin 75mg daily 

"Oral anticoagulants 


e Mechanism of action of available oral 
anticoagulant? 


e What is the advantages of using new 
oral antigcoagulants over other 
anticoagulant 


New oral anticoagulant: 
Direct inhibition of 
XI coagulation 
Single site of action 


Oral Xa inhibitors 
VIII rivaroxaban (Xarelto) 


apixaban (Eliquis) 
edoxaban (Savaysa) 


LÁ 


à Oral lla inhibitors 
(n 
Fibrin 


THROMBUS 


Advantages of NOAC over warfarin: 
Immediate onset and rapid offset 

The rates of intracranial hemorrhage are lower for 
NOACs compared with warfarin (safer therapy) 
Fewer interaction so predictable response 

No need for frequent monitoring. 


NB: Dabigatran carries a higher risk of gastrointestinal 
bleeding compared with warfarin, and it appears to increase 
the risk of myocardial infarction 


On the day of hospital departure, the neurologist told Medhat that he 
has to take 
"statin 


12- What Is the mechanism and side 
effects statin? 


HMG-CoA Reductase Inhibitors 
(Statins) 
(Simvastatin) 


HMG-CoA Redudase Inhibrtors e Structural analogs of HMG-CoA 
STATINS 


a" e inhibit HMG-CoA reductase (rate 
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D I Cholesteß®| synthesis in liver 


^e e compendtory [] synthesis of LDL 
un receptor 


+ stop VLDL release and y ae 
T HDLCardiopreotective: vasodilators- |] [] uptake of LDL in liver 


atherosclerosis (stabilize plaque) 
I] plasma LDL-cholesterol. 


Statin side effects 


*HMG-Co A Reductase Inhibitors 


Hepatotoxic increase liver 
enzymes 


Myopathy 

Gl effects 

Cataract 
Rhabdomyolysis 
Increase risk of diabetes 


Monira should have 3 sessions of 
physiotherapy/week. 


Take home message 
/ 


To perform neurological examination 
" Mental status 


" Posture, Gait 

" Motor examination 

" Sensory examination 

" Cranial nerve examination 


"Don’t decrease the 
blood pressure in a case 
e of acute thrombosis. 


